Chronic bacterial infections (infective granulomas)   211

extending into the surrounding soft tissues, cas-
eous material may be invaded by neiiiiophil
poljanoiphs, with resultant liqirfartion ('tuber-
culous pus'). Such a lesion used to be called a
cold abscess, because it is not accompanied by
the acute inflammatory features of a pyogenic
abscess. The softened caseous material may
track through the tissues and may eventually
reach a surface and discharge.

Some tuberculous lesions present more acute
features than those described above. For ex-
ample, rapid dissemination may occur by the
air passages throughout the lung, resulting in
multiple scattered lesions. Microscopy then
shows extensive filling of the alveoli with large
rounded macrophages (Fig. 8.17); these cells
rapidly undergo fatty change and necrosis, and
the lesions enlarge and coalesce with little or no
attempt at healing. If it infects the subarach-
noid space, usually by way of the bloodstream,
the tubercle bacillus multiplies rapidly in the
cerebrospinal fluid and the meningitis is of
acute exudative inflammatory type with deposi-
tion of fibrin and accumulation initially of neu-
trophil polymorphs and later of macrophages
and lymphocytes. Tubercles are usually poorly
formed, and involvement of the walls of
arteries and veins lying in the subarachnoid
space may cause severe narrowing of their
lumina by endarteritis (Fig. 21.33, p. 751) or
occlusion by thrombosis. The lesions which
result from infection of the pleural and per-
itoneal cavities are also commonly exudative,
with a serous or serofibrinous exudate, and
when the pericardium is involved the exudate
may be rich in fibrin and is often haemor-
rhagic, presumably as a result of the mech-
anical effect of the heart beat.

Primary and reinfection tuberculosis

Infection of an individual who hasjiot been
previously infected or immunised gives rise to
the primary lesion at the portal of entry in the
lung, tonsil or small intestine. This usually re-
mains small, and commonly heals without be-
detectable. Early spread of bacteria to

the regional lymph nodes is, however, the rule,
and their rapid multiplication may occur in the
affected nodes, i.e. at the root of the lung (Fig.
16.29, p. 476), in the neck or in the mesentery,
depending on the site of the primary lesion.
The combination of the primary lesion and

Fig. 8.17 Acute tuberculous bronchopneumonia.
Above, Primary pulmonary tuberculosis in a child.
The infection has spread by the bronchi and has
caused widespread lesions which are becoming con-
fluent and have undergone central caseation (dark
areas). Below, the lesions consist initially of accum-
ulations of macrophages and lymphocytes in the
alveoli. The macrophages undergo fatty change and
appear 4foamy': necrosis then supervenes, x 370.